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Abstract

The Present study was determined Correlation between polymorphism of Angiotensin
converting enzyme gene (ACE) and Pathological the PCOS, A significant difference (P< 0.001)
in percentages for the three alleles frequency (Il, ID , DD) and between allele D and | between
the two groups, that percentages Reached 20 % , 73.85 % , 6.15 % Comparedto 17 %, 78% ,
5% Respectively and also found A significant difference between frequency of allele (D) and
allele (1) that percentage of Reached 56.92 % , 56 % to frequency allele (D) , As percentage
frequency to allele (I) Reached 43.08 % , 44% Respectively, A same significant difference
found in the frequency of alleles within each group (PCOS and control); in addition the DI
allele increased significantly in both groups; and .with decreased Il frequency in two groups
compare with frequency others Alleles .
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Aieyall Gl giWL aalas 3l 5l (CYP19 ,CYP11A, CYP21, CYP17) <lua< Steroids Hormones
Logliay il ddany &l i 0 (TPA, PTI-1, TNF-a genes ) <z Jie (Chronic inflammation)
Al s aed) oWl e oAl clicliae (s (9) (FSHR , INSR , IL-6 ) <lia i ool saslYl
L8l =l 1l 5 (10) Hypertension ) Jaa gl S Gal suil) 4 slie s Obesity o) 336 e ol 55 5o

(13) ,(12) LS—=dl Jaall Lliy)y (11) ( Cardiovascular Diseases(CVD) 4—a 3 4l c )
Endometrial carcinoma a=_ll 4ilay e JS sy ¢leall Ll ass Recurrent pregnancy loss ( RPL)
(15),(14) Breast Cancer xi—15 Ovarian cancer el

rennin angiotensin (RAS) ¢l Jlea <l Sa N Angiotensin converting enzyme (ACE) ee)ﬂ Ay
waall e RAS oUad Si5 WS ¢(17) Kininase |, peptdyl dipeptidase e "sac Gl <o jas ¢« (16) System
(Ovulation and <l s ysiudl arials aysiills (Oocyte Maturation) dsand) LAY muai lgie Cllead) (10
padl dadail ae Baine Ol Alule YA e Corpus luteum i) awall (585 e Slaid ¢ steroidogenesis)
(20) Cmmall QI3 (3 Ly Baraie Anasil (8 ade el (S5 ACE O J (o 31 138 iy (19) , (18) Adisal
4 geall Lo V) ariad dglery 4a3) 55 0o Jasi yy G3S 5 Blood pressure all ki aidais 8 laga 1550 ACE aa il canly s
angiotensin ! angiotensin | Jiss3ddee J3A (0 (21) ovarian endothelium gaxel) 4ad Angiogenesis
aiai 5 (23) , (22) Meiosis G AAY) pleay) e liiul g pradykinin oaulSal p Aled iy ||
- (24) S )

ACE @l 3 53 8 4aiadll ol 81 g i lllia i 5 ¢ (25) (17 0 23.3) psmses SN e ACE o oy
Deletion <e3all Insertion (1) Jway) Jeii A ACE (ol iall s edaall aaaill ) dingday 2 52y 631 0 53
=23 ACE s (0 16 A8 b Pt Lﬁﬂ\ (287-bp DNA ) LﬁA;GJ\ @m 3oadall Hull dakaiall < (D)
ol Dl dpal Y1 s sl gadll 5 ACE gene o bl )Y Al ol jd5e Jaxy 3 (ACE |/ D polymorphism )
Cystic Fibrosis (Sl alill (30 33a a0 ACE ¢l D JiY) ol ) a5 388 ¢ (27), (26) A8l <l Adlial)
. (29) Nasopharyngeal carcinoma ¢4a_s D J¥I (e A8le dga g i ol s 3¢ (28) (CF)

3 A (31), (30) =W (ACE ) il 0o Adlall il sinsdll ge i 3o D V) O Aol il )
g3 andy LS ¢ a5 piaal) U g pel) il ol jlanal (81508 )50 anli 5 ANg-I1 (e Alad) Sl siasall ) (5053
L cllaall el b ddle I Qs (al el 2285 & Jaine 550 (e 4d Lays ¢ pall Jara alaii 3 Lala 1550 ACE
Gl se gl pial (A g il LAY e Ang-l] - Sliiee 25y () Al 2 Cla s s B ¢ (32) PCOS
. (33) PCOS — el 8 &5 i

Methods Jaadl &k

Control 3 k) slwi s PCOS b cilibaal) sluwil) (4a PRVRUARITIF DEN
‘ Collection of Blood Samples PCOS patients and Control
il 3 e (3) panss il Caadll dkiilae 8 el aiall e (8 4 sadd) S je (e pdl Gl s o
AV Gl Yl clliadll 5 4 500 clallaal) el oLl 235 ¢ U jedae elauall (e 3l el (100 ) g
Protocol of DNA Isolation DNA I gadliin) ddy ke
.Geneaid A4S, (103 gl (Kit) 32ell Claglad s 2l (0 DNA ) adlaiul o

BUBL TIPS L pPE FRYAS A Tegg
0.8 % s» DNA Jss il il 23Ul 38 55 0f 3 (i) e il DNA I (leSl) s i) Al 2y
(34) 43k o L sl ds il dglee i
(sl il
30l A b jeay S sadl dSl ol 5ol i sl (3) ad)y sl 8 xaiase WSy Primer ol Lidl o
(18) wan s of @l y—ihall s cilisall (5 jedadll
Alpha DNA 38,4 Ji (e el 5 pasisd) jal pll Judes (1) o8 s

> paaiiia g (aad) o) Sl
Angiotensin converting enzyme F-5'-CTG GAG ACCACT CCCATCCTT TCT-3
(ACE) R-5'-GAT GTGGCC ATCACATTCGTC AGAT-3'
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Primer Dilution (sl <idas

masd &3 ¢ Lyophilized product —séss (3 ausS Bioneer Company/ Korea S ,—3 e sl i

aa 3 o Bioneer 48,4 Gladal sy Working solution  Jeall Jslsss Stock solution ¢l Jslsae

10 picomols/ ) xS »asd Working solution Jasll Jstse i . (100 picomols/ pl) 3 sis ¢ al) J slaall
.Deionized water oY) J) el sl 4iias say (pl

Polymerase Chain Reaction (PCR).Jwdudiall 5 yalal) ay 351 Jo s
syl il Juduiall 5 palill g 330 el aladinly s jall CudSll b deddiuadd) 3 sall (2) o8 Js2all g s

Juslusiall o yalil) o 35 Jolii 8 dandivsall o) sall ea 3 (2)a8) J o

Component Reaction size 20 reaction
Tag DNA polymerase 1U
Each: d NTP(d ATP ,d CTP, d GTP,d TTP) 250 uM
Tris- Hel (PH 9.0) Kcl 10 mM
Mgcl?2 Stabilizer and tracking dye 30 mM
Template DNA 1.5mM
Primer 5-10 ng
H20 18 pl

PCR— Jlea I il il 5 vortex g el Slea ddau s odel ) sall 7 3o o3 Glld 2y

( ACE )t (s ebaall 2aaill e o pmill axdiiaal) seali ) (3) Jsaa
Angiotensin —Converting Enzyme (AC E) 1 /D gene Polymorphism

| No. || Steps || Temperature || Time || No.ofcycles |
| 1 || Initial Denaturation || 94C | 2.5min. || 1 |
2 | Denaturation | 94C || 30sec. |

| 3 || Annealing | 60C || 105sec. | 30

| 4 | Extension | 72C || 60sec |

| 5 ||  Final Extension || 72C | 5min || 1 \
| 6 || Final hold | 4 | - | |

Results gl
_J\e}aﬁ}ws@gsg,@\%ﬂ\umgﬁi‘z_u\)ﬂ\;gﬁemaupeu;wDNA_nuamm A
‘33;‘}2.9@2:3&}})#\&.440)@jﬂ/d)ﬂ?OJﬁéﬁm (%08))&5)3.});4?&”}))\5\)” (‘am‘_AQDNA

(1) JSE Al g p ] Bsay Lanal dag paudiil) (368 a8 Slea aad p sl pasd o D)

% 35S panall 35,SY1 Dl e PCOS b clibiadl) sluaill iz DNA 1 o 3 A 568U em ) (1) IS
Baa) g delu tadd (Luel (L 40 )8 —an /1470 ) 0.8
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ACE O s ogiall aaaill 5ol Ciaa 5} 2-4-4
Jilate Js b ¢ Odie saaall 4815l 5kl e gl &30 35a5 PCR ) gl Al el Jas il gilis &l
(Insertion) Jilaia S5 3lshs bp 190 iadl aaall @y Za sl Jisi (DD) Homozygous(Deletion)
e xlh Jis (ID) Heterozygous Jilie ye (Al 3loky bp 490 4eslb Jis (1) Homozygous
(16-4) 5 15-4) cd<a) (bpag0, bp 190)

1 2 3 4 S5 6 7 8 9 10 11 12 13 14

bp 500
bp 490 —»

bp 400
bp 190 — bp 300

bp 200

bp 100

s eadl sl Cava 63l (Angiotensin converting Enzyme) ACE (el PCRA) (AL oS das il il (2) 84
Oielu3aal s 40 Jliy aw/C 58 70 g G5 290 S b paasall 55 SV 3 e

(bp 1000-100) 5 (bp 1500-100) DNA Ladder (1, 14) Jiasl
(bp 190) Deletion (DD) V) J<ili (5, 6,8, 9, 10, 11) Jsall
(bp 490) Insrtion  (11) LY JS&N (12) sl

.( bp 190, bp 490) (DI) ¥ J=al (2, 4,7 ,13) Sl

1 2 3 4 5 6 7 8 9 10 11 12 13 14

bp 500
bp490 ——» bp 400
bp190 —» bp 300
bp 200
bp 100

23l Cana 6l Angiotensin converting Enzyme (ACE) ¢! PCRAI Sl eSl das il il (3) JS&
2% Sy paadl H5 )Y WM e ¢ s jladl elui s PCOSHL clibaall clull 8 (D /1) LYY JS&N 33l 5 (5 edadll
Ol 3aal 5 40 Ly an /0l 8 70 2 B

.(bp 190 , 490) (DI) LY J< (1,3,4,5,6,7,8,9,10,12) Jaall
(bp 1000-100) DNA Ladder (14) Jlaall
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(I1) 5 (DI) 5 (DD) &334l 3y &l ) S5 sae & (P< 0.001) e s sime 38 255 (8- 4) Jsaall e a3l

2 G e die Wl S (1) 5 (D) da) 1S dilly ) @3Sy 3kl clwis PCOS —l el de sana (o

e gana 8 (P<0.001) ssine (A 2as Bl ¢ de sana JS 8 AN L) ALY JSEY) (g JSI 4 siall ol

DS e U (6.15 %) 5 (20 %) e (73.85%) il (el ID Ji¥) IS8 &l PCOSL clbl—adll el

Sl ek s 3 hanall de ganay BN COL ) 4 sial) Caill 5 a2ell dailly Jladl Al ¢ a3 e || 5 DD JAY)

Al sl Je 115 DIs DD Y e US| (17%), (78%) (5%) st curdy 26 Lein (P< 0.001) s sinal)
sl e (5%) 5 (6.15%) Ot senall [ JV) IS5 4 8 aléas) Jaa o)

5 sl 5 PCOS headl el 3 (ACE) i s 53 5 peladll s0sll &g il canll (4) 5o

el 3 ACE (a5 _yedaall 2aadl sbui (8 ACE (a5 gdaall 222l cpal a5 Ll
(N) % 3 _as ) (N) % PCOS- ACE
(17) %17 (26 %20.00
b B a B DD
(78) %78 (96 ) %73.85
b A a A DI
(5) %5 (8) %6.15
b C a C I
0.001 0.001 P<
(56) %56 (74) % 56.92 D (Total)
b A a A
(44) %44 (56) %43.08 | (Total)
b B a B
0.001 0.001 P<

) L saall il 5 (22edl) 2 (N) %

L gima Calias as) oll 5 ganll Cpana AdliAL Cog a Jaad Al o gial)
Usine Gliss aal gl jlandl e 4dliaa 5 phm Cagoa Jaad i) e iall

LS5 Al g IS (A Casal Ll (36) , (19), (35) Jusall 1aa dsae (g AT il o ge Aaill o34 (38055 )
5kl s PCOS— elas s (P< 0.001) (5 532 (5 sinsan s Ladi o IS DD SV 1SS ) b 5 388 ¢ 2y ) Cppuall
sluis PCOS—I slusi de sanal LD SOV G 4 sine i 53 4 ey al ¢ Al uall & cuy il Al jo iy«
4.2 xa ACE I/ D Polymorphism ol s oedaall 2ol Jalis ) ) Al jy cbia @ cpa (8 ¢(18) 5kl
- (37) ) Oy (5 U5 aainally oLl 2 PCOSH

Gl (yal yal 5 Jarazall (ial el s Angiotensin disedll de Y1 (oS dlee 3 Lala 1550 ACE puil 0 oy
& (DD) WY Jsall Ly sale 5 « Rennin angiotensin system (RAS) ol Jlea (e e 3a 223 3 ¢ dyile 4l
oalddl (1) dY) e Laiws w3y (5 s o Jamsiall JSU (D) QY1 i s 3 ACE miY Jlad) s sinal)
. (37), (26) ACE a3 (s sinsa

(Ovanan Aauall Adadl) ‘_gmym Ao N S Alee Sus e Jeay ACE a3 (s sl ‘_,,JI,J\ 5SA
O s il O sasell eSS il aad (3 J g el SU nead e s Laays ¢l Jaead 33435 Endothelium)
LH Ose8 318 3305 &5 (e O i sl Ose 8 S8 landiig LH (50 dallad lapliiy o 58 ACE-Ang 11 3345
(RAS) e e\-Ei s of S el e Slmi (18) ((Negative feedback ) &l duela yiwy) Al dlee 4ol 5y
S Ally A3l Ang-11 28 ) 25 L (Hypothalamic — Pituitary axis) Al saal) Hgan e
& DD L i d8e a5« (18) , (39), (38) GNRH 0san 5 LH Osen S8 i ad e gl ol 3
Al ) oAA‘_gMa\_d\ d&éﬂ‘e—iu‘ﬂ.ﬁ}(u‘j‘)—\.\u‘ﬁm‘ IS &m)\)PCOSMJMmLAA\ O gouY) b Al
a3 gan g Ancal yal g daaidl anall (S A 3R] 3y pudl al e Y gm@\ﬂs 1550 ACE 0l o K lee
el () GaE A D) Aaliadll el @l lsY) 2e polymorphism  ACE I/D 48e (e Slzd
. (18) pall iy il 5l i)yl yal 5 N g il (5 Suall i e (ge S i
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